We report a 31-year-old 
Introduction

The diagnosis of tuberculous meningitis (TM) is often difficult because the clinical features are not very specific and detection of Mycobacterium tuberculosis (MTB) in cerebrospinal fluid (CSF) by acid-fast staining, culture, or DNA analysis with polymerase chain reaction (PCR) is less sensitive. The prognosis of TM is closely related to the stage at which treatment is started, and fatality or severe disability still occurs in more than half of all TM cases (1). Therefore, the development of definitive and rapid diagnostic methods is required. On biochemical examination, CSF adenosine deaminase (ADA) levels in TM are usually raised and therefore, elevation of ADA levels in CSF has been reported as an important finding suggestive of TM at a high cut-off value (2-4).
TM is generally treated with a combination of first-line antituberculosis drugs (1) . In addition, although it remains controversial whether adjunctive corticosteroid therapy can reduce the disability or fatality rate of patients with TM, some reports have suggested the efficacy of corticosteroid therapy, especially for reducing the fatality rate (5) (6) (7) (8) (9) .
Here (Fig. 3) (Fig. 3) (Fig. 1B) . The CSF findings in mid March were also improved (Fig. 3) (Fig. 1B) and he was discharged in July 2006.
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rus (HIV). On cerebrospinal fluid (CSF) examination
. However, in February 2006, brain MRI showed increased high-intensity lesions of the bilateral temporal lobes on T2-weighted images (Fig. 1B) and the CSF findings on February 10, 2006 again worsened (Fig. 3). Exacerbation of the MRI findings showing an expanded high intensity area was considered due to the worsening of brain edema and vasculitis-related cerebral ischemia. Thus, oral prednisolone (PSL) was started at a dose of 60 mg daily at the beginning of February 2006, and the dose of INH was increased to 600 mg daily from the middle of February. His symptoms disappeared at the beginning of March. Gd-enhanced T1-weighted lesions and high intensity T2-weighted lesions on brain MRI were markedly improved although the sizes of ventricles were still enlarged in March
F i g u r e 3 . T r e a t me n t a n d s e r i a l CS F f i n d i n g s i n t h e p r e s e n t p a t i e n t .
Discussion
It was quite difficult to distinguish TM from CNS sarcoidosis by chest radiography findings and brain MRI findings in our patient. BHL on chest roentgenogram, which is a common finding in sarcoidosis, is also frequently seen in MTB infection. In addition, the brain MRI findings in our patient, such as thickening and enhancement of the leptomeninges (especially basal leptomeninges and Sylvian fissure) and hydrocephalus, are commonly seen in both TM
and CNS sarcoidosis (12) (13) (14) (15) (2) (3) (4) . ADA activity in CSF has been reported to reflect TM activity and is available for differential diagnosis (3, 4 (20) (21) (22) (23) . Although our patient also showed an elevated lysozyme level in CSF, the CSF lysozyme level in TM has been reported to be elevated to the same level as that in sarcoid meningitis (20, 23, 24) .
The use of adjunctive corticosteroids for treatment of TM is controversial (1, (5) (6) (7) (8) (9) . It is thought to restore the bloodbrain barrier to normal, thereby decreasing drug availability (25) . However, it is considered effective for treating vasculi-tis, reducing brain edema, reducing paradoxical progression, and reducing the risk of complication by hydrocephalus by preventing meningeal adhesion (5-9, 25, 26 (6) . Although corticosteroids are usually decreased over a short period (6, 9) , Miyoshi et al reported a case of TM that became to worsen again when corticosteroids were decreased (27) . In their report, it was speculated that the relapse was related to a delayed allergic reaction to degraded MTB, similar to the Herxheimer reaction in syphilis (27, 28) . Therefore, the relapse in our patient, which occurred after the reduction of corticosteroid, may have been associated with an allergic reaction.
